In 1948, Fenner (1948a) 
genesis of the acute exanthemata, based on his detailed studies of mousepox, a disease which is in many ways analogous to human pox-virus infections, and to rubella and measles. Fenner considers that invasion of the host by virus is followed by spread of the infection to regional lymph nodes. From these, the bloodstream is entered b} relatively small quantities of virus which become concentrated in viscera such as the spleen, liver and bone marrow. The establishment of internal centres of virus multiplication in these organs during the incubation period is followed by the release of massive amounts of virus into the blood and the onset of clinical illness. In consequence of this secondary viraemia, foci of infection are set up in the skin and mucosae, which give rise to the various exanthems and enanthems which become apparent after a short interval. A rapid rise in antibody level coincides with disappearance of the virus from the blood and subsidence of the disease process. A comprehensive review of the evidence in respect of mouse-pox was made by Fenner in 1949 , whose own studies were described m (Fenner, 1948b (1921a) and Rake and Shaffer (1940) . Cultivation of the virus in the embryonated hen's egg was demonstrated by Rake and Shaffer (1939, 1940) , and growth in tissue culture has been o aine y Plotz (1938) Rhodes (1948) , it is concluded by Rake (1948) that ' there is no convincing evidence that the virus of measles produces any disease or multiplies in any experimental mammal other than monkeys.' In these animals, the disease closely resembles the human infection in both clinical and pathological features (Blake & Trask, 1921a, b, c ; Shaffer et al., 1941) . Monkeys were successfully infected by Hurst and Cooke (1941) (Armstrong, 1950) . The infectivity of naso-pharyngeal secretions has been confirmed experimentally by many workers since the paper by Goldberger and Anderson (1911a) . Herrman in 1929 demonstrated human susceptibility to virus-containing material applied to the nasal mucosa, and infection by inhalation of an atomized inoculum was obtained by Stokes et al. (1943) . Mallory and Medlar (1920) Degkwitz (1927) Blake and Trask (1921a) found that after intratracheal inoculation of monkeys no viraemia was demonstrable during the next four days. The blood became infective between the fourth and sixth days, and remained so from the eighth to thirteenth day after infection (i.e., up to the second day of the exanthem). Similarly, Hektoen (1905) , Anderson and Goldberger (1911) , and Degkwitz (1927) report that viraemia in man persists for one or two days after the rash appears.
Intravenous injection of infectious measles blood into monkeys was found by Blake and Trask (1921a) Stryker (1940) , Corbett (1945) and others. This giant-cell reaction is generally considered specific for measles, and was utilised by Gordon and Knighton (1941) Ewing (1909) and L,ipschiitz (1928) in man, and in monkeys by Blake and Trask (1921b) . In the epithelial cells of man, the changes described by Ewing (1909) resemble those found in monkeys by Blake and Trask (1921b) (Burnet, 1940 (Rolleston, 1905) , and are also seen in varicella and variola, diseases which probably have a similar pathogenesis to measles.
Prodromal rashes are not seen in scarlet fever, in which disease the specific rash is itself a toxic erythema. With regard to the peripheral, secondary lesions, Rivers (1928) Herrman (1914 Herrman ( , 1915 , ' Koplik spots in the colon, ' (Hobson, 1940) , and probably precipitate otitis media and enteritis. Hill (1947) 
